In rats fed a cholesterol-free, low-fat (1% corn oil) diet containing soybean protein isolate as a nitrogen source, serum cholesterol levels were consistently and significantly lower than those of the animals fed the corresponding casein diet. Soybean protein caused a decrease in apo A-I and an increase in apo B. Pantethine when added to soybean protein diets increased apo A-I and decreased apo B without influencing serum cholesterol levels. Tocopherol did not alter serum levels of cholesterol, but significantly raised apo B. The effects of dietary protein and/or these two vitamins on serum apo E were not unequivocal.
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In rats fed soybean protein, the mesenteric lymph flow and apo A-I content decreased markedly. Addition of pantethine ameliorated these modulations to a level compatible with that of rats fed casein. However, when the dietary fat level was increased to 5%, effect of pantethine on these parameters became rather obscure. Soybean protein, compared with casein, stimulated the excretion of fecal steroids, but pantethine and tocopherol showed no definite effects on the steroid excretion. Pantethine increased cholesterol content of the adipose tissue irrespective of the source of dietary proteins.
These observations show that soybean protein manifests its effects on serum cholesterol and apolipoproteins partly through the regulation of intestinal contribution. Alternatively, the stimulation of intestinal function seems at least responsible for the HDL-cholesterol-rising potential of pantethine.
